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Recently, there has been an alarming increase drug-resistant pathogens in
the upper respiratory tract infectious diseases in Japan.

This study analyzed the genetic characteristics and antimicrobial suscepti-
bilities of major pathogens (Streptococcus pneumoniae, Haemophilus
influenzae, Streptococcus pyogenes) isolated from upper respiratory tract infec-
tions in the 3rd nationwide surveillance of Japan Society for Infectious Diseases
in Otorhinolaryngology, 2003.

123 of 296 strains of S. pneumoniae (41.6%) had three PBP gene mutations, 22
(7.4%) strains exhibited no mutations. 76.6% strains classified into PSSP ac-
cording to the criteria of the NCCLS possessed mutation in pbp2x gene.

211 of 315 strains of H. influenzae (67%) expressed one or two ftsI gene muta-
tions and no bla genes, 96 (31%) had no mutations. Only 8 strains (2.5%) ex-
pressed bla genes.

2 strains (2.7%) of Streptococcus pyogenes possessed ermB gene, 3 isolates
(4.1%) possessed ermTR. They were highly resistant to clarithromyecin.

Physicians need to take into consideration of the high prevalence of drug-
resistant microbes in URTI and should make an effort to appropriately use an-
tibiotics in order to prevent the increase of drug-resistant bacteria.
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Fig. 1 Susceptibility to PcG and expression
of pbp gene mutaions
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Fig. 2 Susceptibility to ABPC and expression
of bla gene and pbp gene mutaions
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Fig. 3 Susceptibility to CAM and expression
of macrolide resistant genes
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